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Letters to the Editor

HPV idenztification in vaginal swabs and nasopharyngeal aspirates

HPYV positive HPV 6/11 HPV 16/18 HPV 31/33 Unidentified
Vaginal swabs 15/124 2 1 2 10

(12-1%) (66:6%)
Nasopharyngeal 10/109 2 1 1 6
aspirates 9:1%) (60%)

demonstrated in 6/47 (12-7%) vaginal swabs
and in 4/47 (8-5%) nasopharyngeal aspirates.
In two cases both the mother and the neonate
were HPV positive. One pair was concordant
for HPV6/11 infection and the other was puta-
tively concordant for unidentified HPV. In
two cases the neonate was HPV positive (one
HPV6/11 and one unidentified HPV) and the
mother HPV negative and in four cases the
mother was HPV positive (one HPV16/18 and
three unidentified HPV) and the neonate nega-
tive. Our result is consistent with published
data and again confirms that a substantial frac-
tion of cytologically normal women is infected
with HPV. The results of HPV typing in our
female population may appear surprising. Our
probes did not identify the HPV type in more
than 60% of samples positive to the generic
probe. This data seems to be in contrast with
most published data according to which HPV
16 is the most frequent HPV type in cervical
samples from apparently healthy women.*
However, our results also seem to be con-
firmed by data obtained at the Department of
Pathology of Siena University where HPV
amplification and typing is routinely carried
out on cervical biopsies referred for histologi-
cal evaluation. According to them more than
50% of HPV samples positive after amplifica-
tion with MY09/MY11 primers were negative
to type-specific PCR (R Santopietro, personal
communication). It is therefore possible that
HPV 16 is the most common HPV type
among the most common genital HPV types
but it is also likely that most amplified HPV
will fall into the “unidentified” category, as
already proposed by Schiffmann and Gravitt,
when general-primers PCR protocols are
used.’ In conclusion our results confirm previ-
ous observations on the frequency of HPV
infection in apparently healthy women and
show that these viruses can be transmitted ver-
tically during delivery.® Since this event may
be the cause of laryngeal papillomatosis it is a
matter of debate whether or not to perform a
cesarean section in infected women. To date
there are insufficient data to advocate the need
of cesarean section in infected women’ and
this position should be held until further stud-
ies will clarify the determinants of laryngeal
papillomatosis. Our data also show that single-
point sampling, which would have been useful
for screening in clinical practice, is not a reli-
able method to assess the risk of vertical trans-
mission of HPV for which multiple sampling
in mothers and children is required.
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Cytomegalovirus retinitis in a healthy
antiretroviral naive HIV positive male
with a CD4 count of 277/mm?

Cytomegalovirus (CMV) retinitis is a common
sight threatening complication of late HIV dis-
ease, occurring rarely with CD4* lymphocyte
counts above 100/mm?> and most frequently
when the CD4* lymphocyte count falls below
50/mm?>.! Four cases of CMV retinitis occur-
ring in HIV patients with CD4 counts greater
than 200/mm? have been described. In three of
these cases, the CD4 counts were 255/mm?
and 235/mm?® and 355/mm? at the time of
CMV diagnosis.2> However, these patients
were receiving zidovudine antiretroviral ther-
apy which may complicate interpretation of
CD4 counts. As demonstrated by Concorde,*
zidovudine may sustain CD4 counts without
translating into clinical benefit. Although the
reason for this is unclear, one suggestion was
that zidovudine may alter the proportion of
poorly functioning CD4 cells in the peripheral
blood. In the fourth case, the patient had a
CD4 count of 366/mm® and although he had
not previously had antiretroviral therapy, his
CD4 count and immune function may have
been altered by a previous splenectomy.*

We report a case of CMV retinitis occurring
in a 42 year old HIV seropositive homosexual
man, who was antiretroviral naive, in good
health with no prior AIDS defining diagnosis
and no other immunocompromising condi-
tion. He presented with a history of “floaters”
preceding the development of a shadow in the
vision of his right eye. He had a relatively stable
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CD4 lymphocyte count which was 277/mm? at
the time of diagnosis. He was evaluated by two
ophthalmologists, both of whom confirmed
CMV retinitis with a retinal detachment. In
addition he had a vitreal biopsy which was
positive by PCR for CMV and negative for
herpes simplex, herpes zoster and Toxoplasma
gondii. His retinitis failed to respond to intra-
venous  genciclovir, but subsequently
responded to induction with 3 weeks of intra-
venous foscarnet therapy and remains quies-
cent on IV foscarnet maintenance therapy.
Following diagnosis of CMV infection his
CD4 count fell to 90/mm? within 6 months,
although it improved with combination anti-
retroviral therapy (zidovudine and zal-
citabine). Interestingly, in two of the other
non-splenectomised patients CD4 counts fell
precipitously soon after diagnosis (from
255/mm? to 15/mm* over 8 months in one
patient and 235/mm’® to 32/mm> over 7
months in the other) reinforcing the impor-
tance of aggressive antiretroviral therapy once
an opportunistic infection associated with
immunocompromise develops.

A non HIV related case with a normal CD4
count has highlighted the importance of CD4
cell function in the prevention of CMYV retinal
infection.> HIV infection causes a great
heterogeneity of immunological dysfunction.
The CD4 count acts as a surrogate marker for
the level of immune dysfunction but may hide
functional as well as other subtle abnormalities
of the immune system. CD4 counts are useful
for predicting patients at risk of CMYV retinitis
and, therefore, those who may benefit from
screening. However, although rare, this case
further demonstrates that CMV retinitis can
occur at CD4 counts greater than 200/mm’®
and should serve to caution HIV physicians
that the diagnosis of CMYV retinitis is not

excluded by a relatively high CD4 count.
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Acute cytomegalovirus prostatitis in
AIDS

Genitourinary tract disorders are common in
the acquired immunodeficiency syndrome
(AIDS) including a wide spectrum of abnor-
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malities due to an AIDS-related neoplasm or
infection due to typical microorganisms or
opportunistic pathogens.'

Recent papers have emphasised the impor-
tance of prostatic disease as an emerging prob-
lem for patients with HIV infection. Indeed,
involvement of prostatic gland is becoming
more prevalent in patients with AIDS than in
the general population.?

Several clinical and pathologic surveys have
described cases of prostatic disease caused by
typical bacteria, including Escherichia coli and
other Gram-negative bacteria, Staphylococcus
aureus, Haemophilus  parainfluenzae and
Salmonella typhi, Mpycobacterium tuberculosis
and atypical mycobacteria, and fungal patho-
gens such as Histoplasma capsulatum and
Cryptococcus neoformans.?

HIV itself alone, in the absence of other
infecting agents, also has been implicated as a
cause of prostatic abnormalities.?

In the current literature we rarely find
reports of prostatitis caused by cytomegalo-
virus (CMV) in HIV-positive persons.'

We here report a rare case of prostatitis due
to CMV infection in a patient with AIDS in
whom the diagnosis was established after
death and who received antiviral chemother-
apy with ganciclovir.

A 34 year old intravenous drug abuser with
AIDS was hospitalised complaining of lower
abdominal pain, urinary frequency without
dysuria, and fever. Six months before he had
came to our attention because of CMYV retinitis
that had been treated with ganciclovir with a
successful response, but the patient had not
continued with a maintenance therapy. At the
moment of the admission he appeared severely
ill. The laboratory studies revealed a CD4 +
lymphocyte cells count below 50/ul, a white
blood cells count (WBC) of 3400/mm? with
60% neutrophils, and 18% lymphocytes, an
erythrocyte sedimentation (ESR) rate of 78
mm/hour, and a lactate dehydrogenase (LDH)
value of 650 U/l. Urinanalysis revealed one to
five WBC per high power field without casts
and trace amounts of protein. Repeated urine
culture grew CMV. Microscopic and cultural
examinations of blood, sputum and stool spec-
imens were unremarkable. An ultrasound eval-
uation of the lower abdomen was normal. The
examination of the prostate was normal. An
active CMV retinitis in the right ocular fundus
was detected. Reinduction therapy with ganci-
clovir was started in association with co-
trimoxazole. The patient’s clinical condition
continued to deteriorate, and he died after two
weeks of hospitalisation. Post mortem exami-
nation reported a disseminated CMV infec-
tion, with prominent localisation in the
prostatic gland, the lungs and the adrenal
glands. Macroscopic evaluation revealed a
normal sized prostate, while microscopically
there was evidence of a large inflamed prostatic
epythelium with multiple areas of tissue necro-
sis containing CMV intranuclear and intracy-
toplasmatic inclusions.

Although infection with CMV is commonly
benign in the immunocompetent person, the
virus remains a major cause of morbidity and



